A 38-year-old man developed prominent hypoproteinemia after acute elevation of serum transaminase levels. Giant hypertrophy of the gastric mucosa, a short serum albumin half-life, and the absence of massive hepatocyte necrosis established the diagnosis of protein-losing gastropathy. The hypoproteinemia, gastric fold hypertrophy and hepatitis remitted sponta neously within 4 months. A high antibody titer against cytomegalovirus suggested an association between the viral infection and the patient's disease. (Internal Medicine 31: 816-819, 1992) 
Introduction
Protein-losing gastropathy characterized by giant hypertrophy of the gastric folds was first described by Menetrier in 1988 (1) . The disease usually has a chronic course; spontaneous remission has been documented in only a few cases. We report a case of acute hepatitis in which giant hypertrophic gastritis and severe hypopro teinemia were observed transiently during the course of the disease.
Case Report
A 38-year-old Japanese male presented with a 3-week history of sore throat and low-grade fever on September ll, 1990. The patient complained of poor appetite and fatigue but denied epigastric pain. Oral antibiotics pre scribed at a clinic had failed to improve his symptoms. Blood chemistry studies revealed a GOT of 50U/1, GPT of 56U/l, and LDH of646U/l. Fever (37.0-37.6°C) and anorexia remained unchanged, and laboratory studies repeated a week later revealed further elevation of GOT, GPT, and LDH. The patient was admitted to our hospital on September 20 for probable acute hepatitis. He had a history of transient proteinuria in his childhood, herpes zoster at age 20, and tonsillectomy for recurrent ton sillitis at age 34. His family history was unremarkable.
On admission the patient's temperature was 37.2°C. formed. The biopsy specimen displayed neither massive necrosis nor fibrosis and was compatible with the recovery phase of acute hepatitis. As these findings suggested protein loss from the GI tract as a cause of the hypopro teinemia, upper GI and half-life of serum albumin were examined. X-ray examination of the stomach showed enlarged tortuous folds in the fundus and corpus and the presence of a large amount of mucus ( Fig. 2-a) . Marked folding of the mucosa was confirmed at gastroscopy. Giant folds were most prominent along the greater cur vature in the fundus and corpus ( Fig. 3-a) ; these did not disappear in response to air insufflation. Although no such mucosal folds were evident in the pyloric antrum, there were several polypoid lesions accompanied by mucosal erosion, which had similar appearance to the crest of the thickened folds. The duodenal mucosa appeared normal. Biopsy specimens from both the gastric body (Fig. 4) and antral polypoid lesions revealed hy perplasia of the foveolar epithelium. Serum albumin half-life, determined using 131I-radioiodinated serum albumin, was 4.8 days, significantly shorter than the reported normal value of 12.1 ± 0.5 days (2). Two months after admission, the patient's serum transaminase values returned to normal. Since he was completely free of symptoms at that time, he was dis charged and followed up as an outpatient without any specific treatment. Regular laboratory studies showed continuous recovery of his hypoproteinemia ( Fig. 1) with the serum protein level returning to within the normal range 2 months after discharge. At that point the upper GI study was repeated. Both X-ray and endoscopic examination showed complete disappearance of the gastric lesions (Fig. 2-b and Fig. 3-b) . During the course of his disease, CF antibody titers against CMV decreased from 1:256 to 1:32 (Fig. 1, bottom) , whereas antibody titers against EB-VCA and Toxoplasma did not signifi cantly change.
Discussion
Many cases of giant hypertrophic gastritis accom panied by protein loss from the GI tract have been reported since first described by Menetrier. It is regarded as a chronic disease in adults, and only a few cases of spontaneous regression have been reported (3, 4) . In childhood, on the other hand, Menetrier's disease has been described as pursuing a benign course, and an association with CMV infection has been documented (5, 6) .
In the present case mild hypoproteinemia was present at the patient's first visit. We initially considered the possibility that the gastric giant folds and protein loss were longstanding and that the incidental development of acute hepatitis had aggravated the hypoproteinemia. Four months later, however, the patient had completely recovered from both the hypoproteinemia and gastric lesions. This clinical course suggests that his protein losing gastropathy had developed acutely and that the pathogenesis of the gastric lesions and the hepatitis were probably related. A similar case of protein-losing gastro enteropathy accompanied by hepatitis was reported by Mahmoud and McKechnie (7) . As in acute hepatitis, our patient's course appeared to be atypical in two respects, i.e., a sore throat with low-grade fever preceded the onset of hepatitis by more than 3 weeks, and the rise in transaminase levels was extremely slow. It should be noted that the patient initially had a high antibody titer against CMV and that the titer declined gradually during the course of his illness (from 1:256 to 1:32). Since we did not measure the IgM-antibody titer and did not find inclusion bodies in the biopsy specimens of the liver or gastric mucosa, there is no absolute proof of acute CMV infection. Nevertheless, the following considerations suggest a possible relation ship with CMV infection in this case. 1) Menetier's disease in childhood is usually benign and is reportedly associated with CMV infection. 2) The patient had signs of viral infection, such as lymphadenopathy and lymphocytosis, but serological tests had eliminated acute infection with hepatitis A, B, C virus or EB virus. 3) CMV is known to cause hepatitis as well as gastric ulcers (8) . The etiology of giant hypertrophic gastritis, or Menetrier's disease, is currently unknown, and because of the presence of tran sient and chronic forms, it may be diverse. The present case strongly suggests that one etiology is viral infection.
